A mother with an apparently balanced translocation between chromosomes 4 and 22 gave birth to two children (sib 1 and twin A) with 45,XX,der(4)t(4;22) (p16.3;qll.2)mat,-22 and 45,XY,der(4)t(4; 22)(pl6.3;qll.2)mat,-22 karyotypes. The mother was a slow learner and required special education. The imbalance in the sibs arose through a 3:1 malsegregation in the mother. The net result was deletions 4p16.3pter and 22q11.2pter. Deletion 4p is associated with Wolf-Hirschhorn syndrome (WHS). The 22q11.2 microdeletion is associated with a wide range of overlapping phenotypes including DiGeorge syndrome (DGS), velocardiofacial syndrome (VCFS), conotruncal facial abnormality, and sporadic or familial cardiac defect. Fluorescence in situ hybridisation (FISH) was performed. Cosmid probes D4S96, which maps to 4pl6.3, and D22S75, which maps to 22q11.2, were used. In the mother, the translocation breakpoints were proximal to D4S96 on chromosome 4 and distal to D22S75 on chromosome 22. The two sibs had deletions of a D4S96 and a D22S75 probe loci. Sib 1, a 21 year old girl, has multiple congenital abnormalities and profound developmental delay. The craniofacial features are generally of WHS. Hypoplasia of the thymus, hypocalcaemia, and seizures in early infancy, which are clinical features of DGS, were also observed. Twin A was one of a pair of dizygotic twins. He had multiple congenital abnormalities and died soon after birth. (J Med Genet 1996;33:852-855) 
The simultaneous presentation of two deletion syndromes because of a chromosome rearrangement is extremely rare. This is the first report of WHS and DGS deletions in two sibs because of a 45,XX/XY,der (4) cutaneous fat, and the neck was short. Widely spaced eyes, low set ears, flat nasal bridge, and micrognathia were also observed. He had widely spaced nipples. Club feet, short webbed fingers, and an incurved fifth finger on both hands were present. The cord had three vessels. The child was floppy and unresponsive and died soon after birth. Twin B is a normal female infant. There are reports of loss of 22q11.2 and DiGeorge syndrome owing to unbalanced translocations9-" and interstitial deletion. 12 However, the report by Augusseau et al'3 is the only balanced translocation associated with some features of DGS. The breakpoint in this patient is proximal to D22S75. In our study, we describe a balanced 4;22 translocation in the mother who is a slow learner. The translocation breakpoint, however, is distal to D22S75 loci.
Materials and methods
In the mother, the WHS and DGS regions have been juxtaposed to form the derivative 22. Her learning disability and hypertelorism coincide with the clinical presentation of some DGS patients. The molecular characterisation of the breakpoint region on this chromosome would be interesting. It may involve the disruption of a gene responsible for learning disability in some CATCH 22 disorders.
